. Normal p53 is thought to act as a tumor suppresson gene in a munine model and human systems, but various point mutations within the coding region of the munine gene can convent it from a recessive suppressor gene to a dominant oncogenc (11) . In support ofthis theory, it has recently been shown in transfection experiments that p53 clones that transform are all mutants (17) and that wild type p53 suppresses transformation (2, 7, 10, 11, 22) .
Interest in p5 3 was greatly stimulated by the finding of abnormalitics of the gene and its protein in tumors of human colon (24, 30) , breast (4,6,25), lung (9, 28) , and in other malignant tissues (8, 23, 26) . The human p53 gene is on the short arm of chromosome 17, a frequent site ofallele loss in common human cancers (1, 19, 21) . Direct sequencing of p53 from various types of tumors and tumor cell lines suggests that p53 mutation is a very common event in human carcinogenesis (5, 8, 9, 18, 23, 24, 26, 28 an otherwise negative area of tumor. Both patterns were further characterized as "variable" reactivity in which each positive cell had a similar degree of label. A very rare pattern was also found, even though it may not be recognized as a positive case owing to its very low percentage of reactivity (<3%); this is dassified as a "sporadic" pattern in which a few strongly positive cells were individually distributed throughout the tumor sample.
All of the tissue distribution types listed above refer to either a nuclear pattern, a cytoplasmic pattern, or a nuclear pattern with weak cytoplasmic reactivity. .', .
Results
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' .,, .5,5, prostate, and muscle), no p53 localization was found, but in some normal tissues cells with a potential proliferative ability showed reac- Pathol 162:5, 1990 p53 gene for cooperation with the ras oncogene and transformation.
